A 44 year old female presented with a subacute myelopathy in association with pelvic venous thrombosis. It is inferred from the temporal relationship of these events that the patient suffered a subacute spinal venous infarction. This is discussed along with the aetiology, anatomical distribution and management of the condition.
Introduction
The syndrome of acute or subacute transverse myelopathy (ATM) was first recognized by Foix & Alajouanine in 1926.' Although it has been associated with many conditions,2 detailed neurophysiological, neuroradiological and pathological investigations have, thus far, failed to advance our knowledge with regard to its aetiology. Early pathological studies identified thrombosis in the spinal venous channels as a possible cause, but confirmation of this at postmortem has only been documented in 15 patients according to a recent review. 3 The latter authors suggested that subacute and chronic spinal venous infarction may be responsible for spinal cord syndromes which have hitherto been labelled as idiopathic.
We describe a patient in whom a subacute myelopathy developed in association with radiologically proven pelvic venous thrombosis. The possibility of spinal venous infarction in the case is discussed, together with its aetiology, anatomical distribution and treatment.
Case report A 44 year old female suddenly became aware of paraesthesiae spreading upward from the toes to the level of the groins whilst in the bath. This was associated with considerable pain in the same distribution which she described as having a burning dysaesthetic quality. She was unable to get out of the bath because of lower limb weakness and over the next few hours, her legs developed a mottled cyanotic discolouration.
Over the next few days, the power in her lower limbs gradually improved but she continued to suffer parasthesiae and pain. Her legs remained slightly discoloured and this became worse if she adopted the upright posture for any length of time. At abnormality at this or any other level.
Again returning to the possibility of a vascular lesion, venography of the lower limb vessels was performed by simultaneous contrast injections into the common femoral veins. This outlined filling defects in the left common femoral and left internal iliac veins (Figure 1 ), although the common iliac veins and inferior vena cava appeared normal. A chest Xray and technetium lung perfusion scan failed to reveal any evidence of occult pulmonary embolism and an abdominal computed tomographic scan did not identify any external compression of the affected vessels.
The patient was commenced on intravenous heparin following venography and subsequently controlled on oral nicoumalone therapy. Over the ensuing 6 months, lower limb spasticity increased in spite of baclofen therapy and she developed features of a neurogenic bladder. With regard to the aetiology of venous thrombosis in this case, none has been established. Possible contributory factors include the hyperlipidaemia and cigarette smoking. Previous reports of venous infarction of the cord have attributed the lesion to conditions such as decompression sickness7 and fibro-cartilaginous emboli from degenerate inter-vertebral discs.8 However, the most frequent cause appears to be venous thrombosis due to conditions such as severe sepsis, polycythaemia rubra vera and pancreatic carcinoma. 3 The anatomical distribution of infarction in this case is particularly interesting. Both the lateral cortico-spinal and the spino-thalamic tracts were involved, posterior column functions being preserved. This situation is analogous to that seen in the anterior spinal artery syndrome. Although this condition cannot be ruled out in the present case, it seems more likely that venous thrombosis has occurred in the territory of the anterior spinal vein. Gillilan9 has previously shown that the anterior segment 
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